INTRODUCTION
Exogenous administration of gonadotrophic as well as gonadal hormones is known to affect the processes leading to normal puberty (Everett, 1961; Ramirez & Sawyer, 1965; Strauss, 1964) . In a study originally designed to find an effective regimen for inducing ovulation in immature monkeys with pmsg, it was observed that evidence of puberty appeared much earlier in treated animals than in untreated ones or in those which failed to show an initial response to pmsg administration. Puberty is defined in accordance with Hartman (1932) as the time of the first spontaneous menstruation or menarche.
MATERIALS AND METHODS
The present study is based on sixteen immature female monkeys received in our colony from India in April 1965. The animals were acclimatized to colony con¬ ditions for at least 3 months before treatment. The age of the animals was calculated using a dental formula described by Haigh & Scott (1965) . Dentition has been considered a relatively more accurate factor than body weight in determining the age of the immature monkey. Using the dental formula the estimated age of the animals may involve an error of ±2 months. The body weights of the animals at the beginning of the experiments ranged from 2 1 to 2-6 kg.
The experimental animals were treated with varying amounts of pmsg (Antex Leo) as described in Table 1 . The colour of the sex skin was recorded 
DISCUSSION
The usual age at which the first menstruation occurs in the monkey is 3 years (Asdell, 1964) , although at the Yale Obstetric Monkey Colony menarche is reported to have occurred at about 2 years in normal females (van Wagenen 1949) . In our study, the first menstruation in untreated animals occurred be¬ tween 33 and 39 months of age. However, animals which showed an initial response to pmsg treatment reached the menarche between the ages of 23 and 26 months. Equally significant is the observation that those monkeys which apparently did not show a treatment-induced response reached menarche at an age comparable to that of untreated control animals.
That the administration of pmsg to immature animals may cause an altera¬ tion in the normal chronology of puberty has been indicated by Strauss (1964) who reported a precocity of regular oestrous cycles in PMSG-treated immature female rats. In 30-day-old rats treated with pmsg the first regular oestrus was advanced by 2-5 days over that of untreated rats.
The fact that the sex skin was greatly stimulated in the seven PMSG-sensitive monkeys may be regarded as positive, although indirect, evidence of oestrogen production by the ovaries. The organizing effects of steroids on the immature hypothalamo-hypophysial axis have been emphasized by numerous workers (Everett, 1961; Ramirez & Sawyer, 1965) . Furthermore, Engle (1931) and Hohlweg (1934) have shown that short-term injections of oestrogen caused precocious puberty in intact immature rats and mice. Moreover, steroids other than oestrogen may also affect the time of puberty. Van Wagenen (1949) demonstrated sexual precocity in immature female monkeys as a consequence of testosterone administration. It may be postulated, therefore, that the pmsgstimulated oestrogen production in these immature monkeys might have pro¬ duced a permanent alteration, lasting after the treatment-induced response.
Further support for such a postulate comes from the observation that those PMSG-treated monkeys which apparently did not show sufficient PMSG-induced production of oestrogen reached puberty significantly later than the ones which responded to pmsg treatment. In the present investigation, however, no attempt was made to obtain direct evidence for the postulated explanation of the difference between the two experimental groups.
The possibility was explored that pmsg induced the formation of anti-PMSG gon¬ adotrophin and that following cessation of treatment and the subsequent decline in anti-gonadotrophin titre a hypersécrétion of endogenous gonadotrophin occurred which, in turn, resulted in the observed precocity. Kupperman, Meyer & Finerty (1942) demonstrated a hypersécrétion of gonadotrophin by the pituitary gland in the immature rat following treatment with a non-specific anti-gonadotrophic serum. On withdrawal of this anti-gonadotrophic treatment, the hypersécrétion resulted in a precocious gonadal development. Although a specific anti-PMSG gonadotrophin was developed by us in the monkey, it did not cross-react with monkey pituitary gonadotrophin.
In conclusion, it is suggested that the sexual precocity observed in pmsgtreated immature female monkeys is due to an increased oestrogen production by the ovaries. The oestrogen in turn may affect the hypothalamo-hypophysial axis, thus bringing about an alteration of the normal processes leading to puberty.
